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 Introduction 

 Premature ejaculation (PE) is a frequently encoun-
tered type of male sexual dysfunction. Although its inci-
dence varies according to the criteria used for the defini-
tion of PE, it usually ranges between 22 and 38%  [1] . Apart 
from erectile dysfunction (ED), it is known to affect adult 
males in all age groups at similar rates  [2] . PE significant-
ly impairs quality of life of the affected male and his part-
ner. Genetic factors are known to have an effect on the 
lifelong PE etiology. However, neurologic, endocrinolog-
ic, psychologic and urologic factors might conceivably be 
involved in the etiology of acquired PE  [3] .

  Hormones do affect an individual’s sexuality through-
out his life (and even in the early phases of fetal life)  [4] . 
However, hormonal mechanisms involving sexual func-
tion, and dysfunction, and their degree of impact have 
not been fully elucidated. Investigation and revealment of 
hormonal disorders (if any) in patients with sexual dys-
function is important as among patients with sexual dys-
function, these cases respond to treatment more favor-
ably. In most of the cases, sexual dysfunction also resolves 
with no further treatment when the hormonal abnormal-
ity is corrected  [4] .

  The role of hormones in the male reproductive physi-
ology has been analyzed in many trials; however, only a 
few studies have investigated their place in ejaculatory 
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 Abstract 

  Introduction:  Premature ejaculation (PE) is a frequently en-
countered sexual dysfunction in men. It significantly impairs 
quality of life of the affected male and his partner. The aim 
of this study is to investigate the role of hormonal factors in 
patients with PE.  Patients and Methods:  107 male patients 
aged between 26 and 64 years (mean 45.1  8  10.36) who con-
sulted our outpatient clinics with complaints of PE and 94 
healthy males (48.1  8  11.81 years) as a control group were 
included in the study.  Results:  When mean serum hormone 
concentrations of both groups were compared, levels of pro-
lactin and free T4 were found to be significantly higher in the 
PE group relative to the control group (p  !  0.05). At least one 
of the hormonal parameters was abnormal in 36 cases 
(33.6%) with PE, compared to only 22 (23.4%) of the controls. 
The number of hyperprolactinemic cases was found to be 
significantly increased in the PE group (p  !  0.05).  Conclu-

sion:  We feel that during the evaluation of this problem, 
which affects great numbers of men and their partners 
throughout the world, consideration of potential effects of 
hormonal factors might be beneficial. 
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mechanism and their impact on intravaginal ejaculatory 
latency time (IELT). However, there is an increasing (al-
beit gradually) body of evidence suggesting hormonal ab-
normalities as etiologic factors in PE  [5, 6] . Pinpointing 
the place of hormonal causes in PE will enable us to un-
derstand its pathophysiology as well as contribute to the 
development of new treatment modalities. The aim of 
this study is to examine the place of hormonal factors in 
patients with PE.

  Patients and Method 

 107 male patients aged between 26 and 64 years (mean 45.1  8  
10.36) who consulted our outpatient clinics with complaints of PE 
and 94 healthy males (mean age 48.1  8  11.81, range 24–63) as a 
control group selected from our hospital staff were included in the 
study. Male participants in both groups were sexually active and 
had engaged in regular sexual activity for the last 6 months. A 
detailed sexual life history relevant to the objective of the study 
was obtained from each participant. Physical examination, rou-
tine laboratory tests, and serum thyroid-stimulating hormone 
(TSH), free T3, free T4, prolactin, luteinizing hormone (LH), fol-
licle-stimulating hormone (FSH) and total testosterone measure-
ments were completed in all patients. Blood samples were ob-
tained in the morning while the patient was resting. Subjects who 
had used drugs that might change hormonal values and IELT (an-
tidopaminergics, testosterone preparations, anti-hypo/hyperthy-
roidism drugs, serotonin reuptake inhibitors, etc.) were excluded 
from the study. For abnormal values, a second blood sample was 
taken at a later date. Abnormal estimates confirmed twice were 
accepted as pathologic.

  TSH, FT4, FT3, prolactin, LH, FSH, and total testosterone val-
ues were measured using immunoassay methods. The lower and 
upper limits of normal for the measured hormones were as fol-
lows: TSH: 0.4 and 4 mIU/l; free T4: 0.93 and 1.7 ng/dl; free
T3: 1.80 and 4.60 pg/ml; prolactin: 4.1 and 20 ng/ml; LH: 1.7 and 
8.6 mIU/ml; FSH: 1.5 and 12.4 mIU/ml; and total testosterone: 
280 and 800 ng/dl.

  The International Index of Erectile Function Erectile Domain 
(IIEF-ED) score (the sum of responses to questions 1–5 and 15) 
for evaluation of erectile function was evaluated. For the mea-
surement of IELT, patients were provided with a stopwatch which 
had to be used by their partners. Statistical analysis was per-
formed using Student t test; p  !  0.05 was considered as statisti-
cally significant.

  Results 

 The mean ages of the subjects evaluated in the PE
(n = 107) and control (n = 94) groups were 45.1  8  10.4 
years (26–64), and 48.1  8  11.8 years (24–63), respec-
tively. Age distribution was homogenous in both groups 
( table 1 ).

  The mean IIEF-ED score in patients with PE was 
found to be 21.4. In the control group, the mean IIEF-ED 
score was 24.3. A significant intergroup difference was 
found for the IIEF-ED score (p  !  0.05) ( table 1 ).

  Based on IIEF–ED assessment, scores in PE group 
were  1 26 in 30 (28.0%; absence of ED), 17–25 in 56 (52.3%; 
mild ED) and 11–16 in 21 (19.6%; moderate ED) patients, 
while in the control group 44 men (46.8%) were without 
ED, 44 (46.8%) had mild or moderate ED, and 3 (3.2%) 
had severe ED.

  Mean serum prolactin and free T4 concentrations 
were found to be significantly higher in the PE group
(p  !  0.05). Serum levels of other hormones measured did 
not differ between groups.

  Hyperprolactinemia was detected in 19 participants 
(17.8%) in the PE group, while hypoprolactinemia was not 
seen in any of them. In the control group we identified 7 
hyperprolactinemic (7.4%) and 2 (2.1%) hypoprolactin-
emic participants.

  Hypotestosteronemia was found in 7 (36.8%) out of 19 
patients with hyperprolactinemia. In the PE group, mean 
serum testosterone (400.6  8  182.9 ng/dl) levels of hyper-
prolactinemic patients were detected to be significantly 
lower than the corresponding mean value (471.8  8  122.4 
ng/dl) in those without (p  !  0.05). The total mean testos-
terone level in hyperprolactinemics without PE was cal-
culated to be 456.6  8  113.4 ng/dl, while it was estimated 
to be 382.4  8  108.6 ng/dl in those without PE and hyper-
prolactinemia ( table 2 ).

  LH-FSH elevation was found in 6 patients (5.6%) with 
PE, and isolated LH elevation was detected in 4 cases 
(3.7%) with PE. Eleven patients (10.3%) were hypotestos-
teronemic. Besides, 7 (63.6%) of 11 hypotestosteronemic 
patients demonstrated LH and/or FSH elevation (hyper-
gonadotropic hypogonadism). In the control group, how-
ever, 4 participants (4.3%) had LH-FSH elevation, while 
isolated LH or FSH elevation was seen in 2 patients each. 
Four (57.1%) out of 7 (7.4%) hypotestosteronemic partici-
pants had LH and/or FSH elevations.

  Lower than normal levels of TSH were detected in 9 
patients (8.4%) with PE, and all of these patients had high-
er serum free T4 levels. Two patients (1.86%) with higher 
TSH levels demonstrated normal serum free T4 concen-
trations. Lower TSH levels were detected in 4 participants 
(4.25%) in the control group who all demonstrated free 
T4 levels higher than normal. Only 1 (4.25%) out of the 4 
patients with increased TSH levels had serum free T4 
concentration that was lower than normal.

  At least one of the hormonal parameters of 36 cases 
(33.6%) with PE was abnormal, while we found only one 
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hormonal abnormality in only 22 participants (23.4%) in 
our control group. Statistically, no significant differences 
were observed when all cases with endocrinopathies were 
compared (p  1  0.05). In the patient group, only the num-
ber of hyperprolactinemic cases increased significantly 
(p  !  0.05) ( table 3 ). Multiple endocrinopathies were de-
tected in the PE (8.41%) and control groups (4.25%).

  The mean IELT of patients with PE was 44.1 s, while 
in the control group it was found to be 315 s (p  !  0.05) 
( table 1 ). The mean IELT of patients with PE associated 
with an endocrinopathy was 43.2 s, while it was detected 
to be 44.6 s in cases with PE without any endocrinopathy. 
There were no significant differences between the two 
groups.

  Discussion 

 PE is the most dominant type of sexual dysfunction 
affecting men worldwide  [7] . Although many etiologic 
factors have been blamed for its occurrence, influential 
factors have not yet been clearly revealed  [8] . As is the case 
with other types of sexual dysfunction, evidence suggest-
ing a potential role of hormonal disorders have been ac-
cumulating with increasing frequency  [5, 6] . The objec-
tive of this study is to investigate the role of hormonal 
abnormalities in the etiology of PE.

  The impact of thyroid hormones on sexual function 
and reproductive physiology is well known  [9] . In recent 
years, some publications have suggested they have a po-
tential effect on PE  [4, 10] . Although the mechanism in-
volved between hyperthyroidism and PE has not been not 
elucidated fully, increased sympathetic activity, sero-
toninergic neurotransmission and alterations in the es-
trogen/androgen ratio have been assumed to be influen-
tial  [4] . Waldinger et al.  [11]  reported a lack of association 
between lifelong PE and TSH levels. Cihan et al.  [9]  sug-
gested the presence of a significant association between 
serum TSH levels and mean IELT values. Cihan et al. also 
emphasized an existence of higher levels of anxiety in hy-
perthyroid PE patients relative to those found in healthy 
controls. They also concluded that performance anxiety 
secondary to hyperthyroidism leads to uncontrolled in-
voluntary early ejaculation. In addition, they noted sig-
nificant improvement in anxiety levels, and prolongation 
of IELT in patients with ameliorated thyroid dysfunction. 
In our study, consistent with the study by Cihan et al.  [9] , 
lower TSH levels were seen twofold more frequently in 
the PE group.

  In patients with hyperthyroidism PE is generally seen, 
while patients with hypothyroidism frequently complain 
of delayed ejaculation  [4] . In our study we did not en-
counter any case with hypothyroidism in the PE group.

  With our current knowledge it is very difficult to 
clearly explain the mechanism of action of testosterone 
on ejaculatory latency time. However some theories have 
been proposed. Accordingly, an aggressive, dominant 

Table 1.  Comparisons between PE and control group parameters

PE Control p

Age, years 45.13810.36 48.12811.81 >0.05
LH, mIU/ml 5.2882.93 5.7281.96 >0.05
FSH, mIU/ml 5.5084.99 5.3982.81 >0.05
Testosterone, ng/dl 458.468137.5 478.918130.3 >0.05
Prolactin, ng/ml 14.3687.02 11.9086.35 <0.05
TSH, mIU/l 1.2480.78 1.4381.23 >0.05
Free T3, pg/dl 3.2980.60 3.4280.49 >0.05
Free T4, ng/dl 1.4380.66 1.2880.32 <0.05
IELT, s 44.12823.42 315.648184.4 <0.05

V alues are means 8 SD. T3 = T3 thyroid hormones; T4 = T4 
thyroid hormones.

Table 2.  Comparative serum testosterone levels in cases with or 
without hyperprolactinemia in both groups

Hyper-
prolactinemia (+)

Hyper-
prolactinemia (–)

p

PE 400.608182.90 471.768122.35 <0.05
Control 456.68113.4 382.48108.6 <0.05

Table 3.  Most frequently seen endocrinopathies and number of 
affected male patients in both groups (%)

PE
group

Control
group

p

Total number of patients with 
hormonal disorders 36 (3.64) 22 (23.4) >0.05

Hypergonadotropism 
(LH and/or FSH elevation) 10 (9.34) 8 (8.51) >0.05

Hypotestosteronemia 11 (10.28) 7 (7.44) >0.05
Hyperprolactinemia 19 (17.75) 7 (7.44) <0.05
Hyperthyroidism 9 (8.4) 4 (4.25) >0.05
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and irritable way of conduct triggered by higher testoster-
one levels might lead to PE  [5, 12] . Another theory asserts 
that decrease in ejaculate volume due to lower testoster-
one levels delays the onset of ejaculatory reflex leading to 
prolonged ejaculation latency  [5] . Keleta et al.  [13]  dem-
onstrated decrements in 5-hydroxytryptamine levels in 
the brains of testosterone-fed rats. Indeed, 5-hydroxy-
tryptamine is an important central neurotransmitter 
known for its ejaculation-delaying effect  [14] . In a patient 
series consisting of 2,437 ED patients, Corona et al.  [5]  
revealed associations between various levels of testoster-
one and diverse ejaculatory problems, and reported that 
interrelationships between hypertestosteronemia and 
PE, as well as between hypotestosteronemia and delayed 
ejaculation are more frequently seen. Although this cor-
relation was deduced completely from the findings of a 
specific patient group with ED, it has a crucial signifi-
cance. In our study, regarding mean testosterone levels, 
any statistically significant difference between groups 
with or without PE was not observed. However, studies 
evaluating levels of bioavailable testosterone, which was 
not analyzed in our study, will contribute to our body of 
knowledge.

  The prolactin molecule was discovered in 1933  [15] . 
Interestingly, the physiological role of prolactin in men 
has not been fully elucidated for the last 78 years  [15] . 
However, severe hyperprolactinemia was implicated as 
an etiologic factor in ED and decreased libido  [16, 17] .
El-Sakka et al.  [18]  examined 1,249 patients with sexual 
dysfunction and demonstrated the presence of an asso-
ciation between hyperprolactinemia and PE. Also, in our 
study, we detected hyperprolactinemia in a significantly 
higher number of subjects relative to the control group. 
Even if mean ages of the PE and control groups are dif-
ferent from the mean ages cited for the above-mentioned 
study, detection of a significant correlation between hy-
perprolactinemia and PE in both trials is important.

  Although mechanisms of sexual dysfunction in cases 
with hyperprolactinemia have not been elucidated fully, 
conceivably hypogonadism is frequently seen in these pa-
tients, and at least in some of them hypogonadism is re-
sponsible for sexual dysfunction  [16] . In our study, mean 
testosterone levels in hyperprolactinemic patients were 
found to be statistically significantly lower than those 
with normal levels. This phenomenon which was cited in 
the literature, and also demonstrated in our study, might 
appear as a controversial assertion. Indeed hypogonad-
ism is frequently observed in cases with hyperprolac-
tinemia and hypogonadism is generally associated with 
delayed rather than premature ejaculation. This phenom-

enon suggests the presence of another mechanism play-
ing a role in the etiology of PE.

  In our study there was no statistically significant dif-
ference between the mean IELT values of patients with 
hormonal disorders and patients with normal hormonal 
parameters. In this case it can be suggested that investiga-
tion of hormonal disorders in PE etiology is unnecessary. 
On the other hand, patients with sexual dysfunction sec-
ondary to hormonal disorders constitute a more favor-
able group. Indeed in many cases, sexual dysfunction im-
proves with the amelioration of hormonal disorders  [4] . 
Besides, identification and correction of the hormonal 
abnormality contribute favorably to sexual and general 
health status of men as well.

  In patients with sexual dysfunction, requirement of 
routine hormonal evaluation might be decided based on 
the cost-effectiveness of this evaluation. Johri et al.  [19]  
detected 3 cases with hyperprolactinemia among 138 pa-
tients, and estimated that the cost of each test was USD 
1.32; therefore, to come across 1 case with hyperprolac-
tinemia, USD 60.7 needs to be spent. Although these re-
sults are debatable, we believe that in consideration of po-
tential detection of other underlying diseases, alleviation 
of hormonal problems leading to improvement in sexual 
dysfunction without any additional therapy in many cas-
es might justify the expense incurred.

  The single-center study design, relatively small sample 
size and undetermined IELT subsequent to improvement 
in hormonal status constitute weak points of this study.

  We think that the results of this study provide support 
for investigation of hormonal factors in the etiology of 
PE. However, as our study included only a limited num-
ber of patients and because the differences between the 
patient and control groups are not very distinctive, it is 
obvious that there is a need for larger studies.
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